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Decompressive craniectomy consists of removal of piece of bone of the skull in order to reduce intracranial pressure. It is an age-old procedure, taking ancient roots from the Egyptians and Romans, passing through the experience of Berengario da Carpi, until Theodore Kocher, who was the first to systematically describe this procedure in traumatic brain injury (TBI). In the last century, many neurosurgeons have reported their experience, using different techniques of decompressive craniectomy following head trauma, with conflicting results. It is thanks to the successes and failures reported by these authors that we are now able to better understand the pathophysiology of brain swelling in head trauma and the role of decompressive craniectomy in mitigating intracranial hypertension and its impact on clinical outcome. Following a historical description, we will describe the steps that led to the conception of the recent randomized clinical trials, which have taught us that decompressive craniectomy is still a last-tier measure, and decisions to recommend it should been made not only according to clinical indications but also after consideration of patients' preferences and quality of life expectations.
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INTRODUCTION

Intracranial hypertension is a critical event frequently occurring after traumatic brain injury (TBI) as a delayed secondary pathologic process initiated at the moment of injury. Due to the rigid nature of the skull and the dura, brain edema, expanding hematomas, or blossoming of contusions can rapidly exhaust the compensation mechanisms leading to maintenance of a controlled intracranial pressure (ICP). These events lead to a vicious cycle whereby reduced cerebral perfusion pressure (CPP) causes reduction of cerebral blood flow (CBF) and oxygenation, with worsening of brain edema and, eventually, brain herniation, and death. Following failure of medical management, decompressive craniectomy (DC), a procedure consisting on removal of part of the skull and opening of the underlying dura, can be used as a last-tier therapy to mitigate ICP elevation. During the last century, the popularity of DC has known phases of glory and oblivion, mainly related to alternating surgical outcome, with too many patients suffering severe disability and vegetative state. However, advances in neurointensive care and neuroimaging have led to an increased interest in the use of DC in the 2000s, culminating in the publication of randomized clinical trials (1–3). Despite controversies, the use of DC has been introduced in TBI guidelines, and its efficacy has been recently considered to be beneficial in terms of improving overall survival as a last-tier therapy, compared to medical treatment (4, 5).

We retrace the historical passages which marked the evolution of DC in TBI.

EARLY HISTORY

Trephination and Inadvertent Skull Decompression

The earliest evidence of skull trephination dates back to 10,000 BC at the beginning of the Neolithic period and has been deduced by studying the major skull collections: the French Prunières collection and the Peruvian skulls (6). There is limited archeological evidence of trephined skulls found in Egypt, except for few cases analyzed by Pahl in the book Altägyptische Schädelchirurgie (7).

Later, the practice was well-described in the Greek Era by Hippocrates (8). In Alexandrian school, the main records in head injured patients come from the scientist Aulus Aurelius Cornelius Celsus (25 BC–AD 50). He advocated trephination when patients developed symptoms after trauma despite the absence of any fracture. In the 2nd century AD, during the Roman Empire Era, Galen suggested trephination for depressed fractures, fractures with hematoma, comminuted fractures, and trichiasis (superficial gouging of the bone). In the Early Medieval Period, the increasing recognition of importance of anatomic barrier provided by skull and dura, lead to a decline in popularity of cranial surgeries. Despite this tendency, several examples of medieval neurosurgical skills have been demonstrated by archeological findings, originating from area of Italy and Hungary and dated for early to mid-middle ages (9–12). However, very little knowledge was added to the neurosurgical management of cranial injuries until the medical school in Salerno, Italy, regenerated interest in cranial surgery in the 11th century (13).

THE MASTERS

Berengario da Carpi (14)

Berengario da Carpi was an Italian physician and teacher of Anatomy at the Bologna University. After taking care of Lorenzo de' Medici, suffering from an occipital gunshot wound, he was inspired to write in 1518 “Tractatus de fractura calve sive cranei” (10). To our knowledge, the manuscript contains the first description of indications and technique of craniotomy. He reported three cases of brain injury successfully operated on, with 1 year follow up. One of these patients underwent also DC. He also reported a detailed description of surgical instruments and of the costs of the various procedures (Figure 1) (15).
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FIGURE 1. (A) Frontispiece of De Fractura Calvae sive Cranei, original Italian translated copy (from Vittorio Putti, Berengario Da Carpi “De Fractura Calvae sive Cranei”, Bologna—L. Cappelli Editore, 1937, private collection. Figure is in public domain and no permission is required for reuse). (B–D) These pictures show some of the surgical instruments in use at that time to perform a trephination.



EUGÈNE-LOUIS DOYEN (1859–1916): THE TEMPORARY HEMICRANIECTOMY

The first scientific reference and description of an hemicraniectomy was reported in 1896 by Charles Adrien Marcotte in his graduation thesis in Medicine and Surgery, named De L'hemicraniectomie Temporaire (16). The innovation of the hemicraniectomie temporaire consists of the realization of a large fronto-temporo-parietal bone flap (volet osseux), with the bone left adherent to periosteum, temporal muscle, subcutaneous tissues, and skin. The adhesion of the bone flap to the soft tissue would have limited wound defects, bone resorption and loss of substance (Figure 2) Although it was not used to treat severe TBI, the power of this technique in lowering increased intracranial pressure (i.e., in cases of meningitis) had already been introduced by Marcotte.
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FIGURE 2. (A) Frontispice of De l'hémicrniectomie temporaire, by Charles Adrien Marcotte. (B) Sample of the surgical instruments used by Doyen. (C) Lines and burr holes showing the extension of the temporary craniectomy. (D) Intradural view after performing temporary hemicraniectomy: the dural flap is usually downward overturned [from Marcotte (16). Figure is in public domain and no permission is required for reuse].



DC was described by Annandale in 1894 as a palliative procedure for inoperable brain tumors (17). Nevertheless, the most relevant experiences on DC in head trauma took place in the XX century.

Kocher and Cushing

The use of “large” DC for patients with raised intracranial pressure following TBI was firstly reported by Kocher in 1901. In his manuscript (Figure 3), he makes a systematic study of brain trauma and CSF circulation, and reported the therapeutic measures to be adopted in order to manage intracranial hypertension. In the Chapter VIII, he advocates the use of trephination, as soon as possible, in all cases of intracranial hypertension. In the Chapter XVIII he suggests to perform the temporary hemicraniectomy in selected cases where a pressure relief cannot be achieved by trephination alone (18).
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FIGURE 3. Frontispiece of the manuscript by Dr. Theodor Kocher [from Kocher (18). Figure is in public domain and no permission is required for reuse].



From the lesson learned watching Kocher in Bern, US-neurosurgeon Cushing proposed DC for the treatment of other brain disorders (19–21).

In 1905, he reported the use of DC for inaccessible brain tumors (Figure 4A).
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FIGURE 4. (A) Decompressive measures described by Cushing for the management of cerebral hernia in inaccessible brain tumors [from Cushing (21). Figure is in public domain and no permission is required for reuse]. (B) Incision of the scalp for subtemporal craniectomy [from Cushing (20). Figure is in public domain and no permission is required for reuse].



Only in 1908, he described the subtemporal DC for the intracranial complications associated with bursting fractures of the skull (20). The subtemporal craniectomy technique consisted of a linear incision of scalp, splitting of the fibers of the temporal muscle and a 4.5 cm diameter bone removal with dural opening (Figure 4B).

The immediate reduction of intracranial pressure had a favorable impact in reducing morbidity in survivors, compared with patients who did not undergo surgery (19, 20).

The indication by Cushing for decompressive craniectomy with aggressive wound debridement of fragments in penetrating brain injury followed his observation of 250 cases in War World I (22). The same recommendation was later supported by Matson, after analyzing World War II and Korean War head trauma data, and continued during the conflict in Vietnam (23). Cushing advocated watertight dural closure, a principle less valid in wartime nowadays. However, the DC in wartime goes beyond the scope of this paper and has been properly described elsewhere (24).

Hemicraniectomy, Bifrontal, and Subtemporal Craniectomy

After the preliminary experiences, clinical practice showed poor clinical outcomes. Therefore, DC quickly felt into discredit. From 1960 to 1980, only twenty-two papers dealing with DC in TBI were published, with a mean mortality rate from 46 to 96%, regardless of the surgical technique used (17, 25–34).

Two main techniques would have represented the standard during the next years.

The bifrontal craniectomy, reported by Kjellberg and Prieto in 1971, was performed in 50 patients with TBI. The main passages of the surgical technique are as follows: “The reference points for the bone flap are: a burr hole over the frontal sinus; burr holes in the zygomatic portion of the frontal bone at the anterior insertion of the temporalis muscle; a burr hole 1 cm posterior to the coronal suture in the midline; and two burr holes laterally in the temporal region near the coronal plane of the midline burr hole. The burr holes are connected by a saw and the frontal bone removed, ordinarily in two halves. The dura is…incised bilaterally above the supraorbital ridges to the sagittal sinus anteriorly…The sinus and falx are divided by scissors”

Kjellberg and Prieto did not think that this procedure was simply prolonging the life of patients with irreversible damage, but with proper indication could result in reasonable outcomes. They deplored its application in patients with modest injury, and noticed that younger survivors, even if they had a decerebrate state at presentation, had a better potential for good neurological recovery than the adults. They suggested “the following indications as a guide to the decision to use this procedure: 1. Coma: totally unresponsive or responsive only to deep pain 2. Unilaterally or bilaterally dilated and fixed pupils 3. Apnea 4. Decerebrate posturing…at least two of the indications above should be present.” (30). In 1975, Venes and Collins made a retrospective analysis of 13 patients who underwent primary bifrontal DC for the management of post-traumatic cerebral edema. They reported a significant decrease in expected mortality (30.8%), but severe morbidity in the survivors, and only one 2 years-old patient completely recovered (34).

During the same year, Gerl and Tavan reported that extensive bilateral craniectomy with opening of the dura offers the possibility of rapid reduction of intracranial pressure. However, they observed 70% of mortality, and only 20% of the cases with full recovery (28).

The second technique is the evolution of the hemicraniectomy and would have represented the most popular mean of DC for several years. Ransohoff et al. reported their experience in thirty-five patients with “unilateral acute subdural hematoma associated with predominantly unilateral underlying cerebral contusions and lacerations.” The authors referred a survival rate of 35%, with 7 patients returned to their normal occupation. According to these findings, hemicraniectomy seemed to show favorable results in patient with malignant cerebral edema, compared with previous series (33). The technique of hemicraniectomy by Ransohoff is described as follows: “…a skin flap was extended from the glabella along the midline, terminating 4 cm above the external occipital protuberance. The skin incision was carried laterally to the level of the transverse sinus, and a one-layer skin flap including the periosteum was turned. A frontoparietal, occipital, and temporal bone flap was then removed to reveal almost the entire surface of the hemisphere… The temporal squama was rongeured to the floor of the temporal fossa, with the neurosurgeon making absolutely certain that no shelf of bone remained that might prevent subsequent lateral shift of swollen temporal lobe. The bone flap was discarded or placed in the bone bank. The dura was widely opened and hinged at the attachment of the superior sagittal sinus. Through this exposure it was possible to carry out a complete removal of all solid and liquid hematoma. The inferior surfaces of the frontal and temporal lobes were inspected for areas of clot and contusion….Bleeding from brain lacerations was controlled, and badly macerated brain was resected, if necessary. The bridging veins along the sagittal and transverse sinuses were inspected for active bleeding and were often found to be the source of the subdural hematoma. When hemostasis was satisfactory, the dura was laid over the surface of the brain, with no attempt at closure. …The scalp was closed in a one-layer on-end mattress technique….”

The favorable effects of hemicraniectomy on limiting intracranial hypertension were also found in 1973 by Morantz et al. as well. The authors analyzed the radiological modification of midline shift in eleven patients with subdural or epidural hematoma underwent DC. In arteriograms, “there was a general correlation between the degree of postoperative shift and the clinical status of the patient; the patients showing the best response displayed the least displacement of the midline structures and vice-versa.” (31).

THE END OF THE STORY?

In 1976, the experience of Cooper et al. seemed to establish the end of DC as a standard practice to limit the intracranial hypertension linked to the cerebral edema. He reported a 10% total and a 4% functional survival rate in 50 patients with TBI. No correlation with survival and patient's age, status of preoperative neurologic examination, angiographic findings, and appearance of the brain at operation was found (17, 35).

However, Cooper et al. recognized the value of DC only as a second tier treatment in deteriorating patients with no brainstem dysfunctions:

“The operation of hemicraniectomy should be restricted to those patients who enter hospital, obtunded but without demonstrable brain stem dysfunction, only to deteriorate subsequently because of increasing hemispheric edema and/or subdural clot” (17).

THE DARK AGE OF DC

Despite the unfavorable results discouraged further investigations, some groups, particularly in Japan, continued to carry on research about the role of DC in TBI (36–38).

In 1979, Yamaura and Makino analyzed the effects of DC in patients with cerebral contusion. The authors stratified patients in different groups according to their age and the pre-operative clinical status (key signs: pupillary changes, decerebration and respiratory disturbance). Their findings were not different from previous studies: mortality rate was 23% in 0–29 vs. 40% in >30 years-old patients, and >30 years-old patients had poor functional recovery. Mortality was therefore lower in younger patients (36).

During the same years, Shigemori et al. published a short series of 15 patients with SDH treated with DC. Despite a poor post-operative outcome, the authors reported that the midline shift and the ICP were not significantly modified in all patients with severe brain swelling, but mainly in the subgroup of patients with mild elevated intraoperative ICP (37).

However, some questions remained pending: (1) does the time from the traumatic event impact on mortality rate? (2) which is the pre-operative ICP value as a cut off for surgery and how does it relate to a favorable outcome? (3) Does pre-operative clinical status affect the post-operative outcome?

In 1980, Shishido et al. found that patients with lower ICP (10–30 mmHg) who underwent DC had a better post-operative neurologic status compared to patient with rapidly increasing post-operative ICP or with higher values (40–70 mmHg). This study showed how the ICP seemed to be a crucial element able to influence the response to therapy in patients with TBI and diffuse cerebral damage (38).

THE REBIRTH OF DC

The improvement of ICP monitoring techniques and the widespread adoption of therapies to reduce intracranial pressure, i.e., mannitol, hyperventilation, barbiturates, extended the care of post-traumatic intracranial hypertension to a multidisciplinary team, mainly composed by surgeons and neurointensivists. Indeed, it allowed to reduce the application of DC only to selected cases, with brain edema not responsive to medical treatment, as a second-tier therapy (39–44).

Moreover, the reported success of DC for stroke (45, 46) was also a factor contributing in renewing interest in DC for TBI.

According to this, in 1988 Gower et al. proposed a step-by-step treatment algorithm for patients with closed head injury. The authors examined 115 patients with severe closed head injury, with invasive monitoring of ICP, started on a regimen of medical treatment (head elevation, fluid restriction, chemoparalysis, hyperventilation at PCO2 25-30 torr and, if not responsive, mannitol). ICP above 20 mmHg triggered further therapeutic maneuvers including skull decompression. In the group of decompressed patients, 40% survived, compared with 82.4% of patients in pentobarbital coma group without decompression. Some important information came from this study: (1) the treatment of intracranial hypertension had to be guided by the ICP value; (2) the DC could be efficacious as second-tier therapy; (3) however, the mortality rate in the decompressed group was not changed yet if compared to the past (40).

In 1990, Gaab et al. with a prospective study design treated 37 patients <40 years old. They performed 19 bifrontal craniotomies and 18 hemicranietomies, and reported 5 deaths (13.5%), 3 vegetative states (8.1%), while all other patients achieved full social rehabilitation or remained moderately disabled; they established as best predictor of a favorable outcome an initial posttraumatic Glasgow coma scale (GCS) ≥7 (37).

Another interesting observation was described by Yamakami and Yamaura (44). They observed a significant relationship between the increasing of CBF, assessed by SPECT99m technetium-hexamethyl-propyleneamine oxime, recorded 24 h after DC, and an improvement of GCS score (40).

Between the end of 1990s and the first years of 20th century, some authors (47–52) tried to establish a new role for surgical bone flap decompression and duraplasty in the treatment of severe head injuries.

Polin et al. confirmed that timing had a positive impact on ICP control. Furthermore, pre-operative higher GCS (≥6) and younger age were positive predictor of good outcome (50).

In 1999, Guerra et al. conducted a prospective clinical study on the effect of bilateral or front temporal craniectomy in patient with refractory intracranial hypertension not responsive to medical therapy. Their results looked surprisingly good: only 11 patients (19%) died; five patients (9%) survived, but remained in a persistent vegetative state; six patients (11%) survived with a severe permanent neurological deficit, and 33 patients (58%) attained useful social rehabilitation. According to them, DC was indicated in patients <50 years-old, with brain swelling on CT scan, no fatal primary brain injury, before irreversible brainstem damage or generalized ischemic brain damage (monitoring of ICP, and B wave, AEPs, & SEPs) had occurred (48).

In 2000, Munch et al. assessed how unilateral DC could modify ICP, CPP, and few CT parameters like brain shift and status of the mesencephalic cisterns. DC was performed as primary-tier therapy in 63.3% and as secondary-tier therapy in 36.7% patients. Despite a significant reduction of midline shift, this finding did not correlate with a better patient outcome, that was favorable in only 41% patients (49). Differently from the results by Polin, timing seemed not to be related to patient's outcome, as confirmed by Whitfield and Guazzo (52).

Thanks to these authors, we understood that DC was effective in improving brain elasticity, reducing ICP, improving CBF and overall survival, but not the functional status.

In summary, at the end of the 20th century, the indications for DC were the following: ICP >30–35 mmHg or CPP <45–70 mmHg, age <50 years, GCS>4, CT signs of brain swelling, associated masses, GCS 3 plus bilateral fixed pupils excluded (48, 50–52). Two conditions for DC were already indicated even if not well-defined yet: primary, if associated with haematoma evacuation (49); secondary, if followed ICP increase not treatable with medical therapy (48, 50–52).

The main conclusions drawn from the few studies dealing with the role of DC in post-traumatic diffuse brain injury were: (1) decompression had to be performed in selected cases, mainly young patients with GCS not inferior 7 and without signs of irreversible brain damage, only after failure of intensive medical care; (2) timing, age and post-operative ICP could have a significant impact on post-operative outcome; (3) the therapy had to be focused on maintaining a stable ICP (<20 mmHg); (4) despite the surgical and anesthesiological advances, the outcome of operated patients did not substantially improve. The number of patients with a good recovery or a moderate disability was still about 30%.

However, at that time no randomized controlled trials had been still carried on.

THE ERA OF RANDOMIZED TRIALS

During the 21st century, DC in TBI has become very popular again, with a striking increase in the number of published papers.

Most of these papers are single or multi-center retrospective series, case reports and reviews (53–58).

Until now, three randomized controlled trial (RCT) have been carried on and one (RESCUE-ASDH trial) is ongoing. The trials differ in terms of study population: inclusion criteria, methods and outcome (Table 1), (1–3) and criticisms have been raised, for example in terms of the inclusion criteria for the DECRA trial (60–63). Kolias et al. have recently compared and discussed the DECRA and RESCUEicp trials (59).


Table 1. Differences between the RCTs by Taylor et al. (2) DECRA and RESCUEicp trials.
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In conclusion, current evidences from multicenter clinical trials suggests that early neuroprotective bifrontal DC for mild to moderate intracranial hypertension is not superior to medical management for patients with diffuse TBI. DC used as a last-tier therapy for patients with severe, sustained, and refractory posttraumatic intracranial hypertension leads to a substantial mortality reduction but increases disability compared to medical management. However, at 12 months there was a significant difference in the number of patients with a favorable outcome (defined as upper severe disability—independent at home for at least 8 h) compared to the medical management (3, 64, 65).

LESSONS FROM THE PAST: ERRARE HUMANUM EST PERSEVERARE AUTEM DIABOLICUM (TO MAKE MISTAKES IS ACCEPTABLE, BUT NOT TO REPEAT THEM…)

The technique of DC as a therapy to reduce ICP has ancient roots. We have learned from the past that DC is an extreme measure, not a panacea for any case of increased ICP. Indeed, a significant percentage of survivors have moderate to severe neurological sequelae. Therefore, decisions to recommend DCs must always be made not only in the context of “its clinical indications but also after consideration of an individual patient's preferences and quality of life expectation” (66).

AUTHOR CONTRIBUTIONS

All the authors meet the 4 criteria according to the ICMJE (International Committee of Medical of Medical Journal Editors). In detail, ZR and FS had a substantial role in designing and drafting the paper. AK and PH significantly contributed to the analysis, interpretation critically revising the work. FN and PD equally contributed to the acquisition and interpretation of data.

FUNDING

AK is supported by a Clinical Lectureship, School of Clinical Medicine, University of Cambridge. PH is supported by a Research Professorship from the National Institute for Health Research (NIHR), the NIHR Cambridge Biomedical Research Centre, a European Union Seventh Framework Program grant (CENTER-TBI; Grant No. 602150), and the Royal College of Surgeons of England. AK and PH are supported by the NIHR Global Health Research Group on Neurotrauma was commissioned by the NIHR using Official Development Assistance (ODA) funding (Project 16/137/105). The views expressed in this publication are those of the author(s) and not necessarily those of the NHS, National Institute for Health Research or the Department of Health.

REFERENCES

 1. Cooper DJ, Rosenfeld JV, Murray L, Arabi YM, Davies AR, D'Urso P, et al. Decompressive craniectomy in diffuse traumatic brain injury. N Engl J Med. (2011) 364:1493–502. doi: 10.1056/NEJMoa1102077

 2. Taylor A, Butt W, Rosenfeld J, Shann F, Ditchfield M, Lewis E, et al. A randomized trial of very early decompressive craniectomy in children with traumatic brain injury and sustained intracranial hypertension. Childs Nerv Syst. (2001) 17:154–62. doi: 10.1007/s003810000410

 3. Hutchinson PJ, Kolias AG, Timofeev IS, Corteen EA, Czosnyka M, Timothy J, et al. Trial of decompressive craniectomy for traumatic intracranial hypertension. N Engl J Med. (2016) 375:1119–30. doi: 10.1056/NEJMoa1605215

 4. Stocchetti N, Maas AI. Traumatic intracranial hypertension. N Engl J Med. (2014) 370:2121–30. doi: 10.1056/NEJMra1208708

 5. Carney N, Totten AM, O'Reilly C, Ullman JS, Hawryluk GW, Bell MJ, et al. Guidelines for the management of severe traumatic brain injury, Fourth Edition. Neurosurgery. (2017) 80:6–15. doi: 10.1227/NEU.0000000000001432

 6. Moon JW, Hyun DK. Decompressive craniectomy in traumatic brain injury: a review article. Korean J Neurotr. (2017) 13:1–8. doi: 10.13004/kjnt.2017.13.1.1

 7. Pahl W. Schädelchirurgie A. Untersuchungen zur Differential diagnose von Trepanationsdefekten und zur Frage der Realisierung entsprechender Eingriffe in einem elaborierten prähippokratischen Medizinsystem. Stuttgart: G. Fischer (1993).

 8. Panourias IG, Skiadas PK, Sakas DE, Marketos SG. Hippocrates: a pioneer in the treatment of head injuries. Neurosurgery. (2005) 57:181–9. discussion 181-9. doi: 10.1227/01.NEU.0000163416.66374.48

 9. Farkas GY, Marcsik A. Further trephined skulls in hungary (case-history). Acta Biol. Szeged. (1986) 32:199–39.

 10. Pasini A, Manzon VS, Gonzalez-Muro X, Gualdi-Russo E. Neurosurgery on a pregnant woman with post mortem fetal extrusion: an unusual case from medieval Italy. World Neurosurg. (2018) 113:78–81. doi: 10.1016/j.wneu.2018.02.044

 11. Rubini M, Zaio P. Warriors from the East. Skeletal evidence of warfare from a Lombard-Avar cemetery in Central Italy (Campochiaro, Molise, 6th-8th Century AD). J Archaeol Sci. (2011) 38:1551–9. doi: 10.1016/j.jas.2011.02.020

 12. Sperati G. Craniotomy through the ages. Acta Otorhinolaryngol Ital. (2007) 27:151–6.

 13. Kshettry VR, Mindea SA, Batjer HH. The management of cranial injuries in antiquity and beyond. Neurosurg Focus. (2007) 23:E8. doi: 10.3171/FOC-07/07/E8

 14. Carpi JBD. Tractatus de Fractura Calve Sive Cranei. Bologna: Hyeronymus de Benedictis (1518).

 15. Di Ieva A, Gaetani P, Matula C, Sherif C, Skopec M, Tschabitscher M. Berengario da Carpi: a pioneer in neurotraumatology. J Neurosurg. (2011) 114:1461–70. doi: 10.3171/2010.10.JNS101331

 16. Marcotte CA. De L'hémicraniectomie Temporaire. Paris: Institut International de Bibliographie Scientifique. (1896).

 17. Cooper PR, Rovit RL, Ransohoff J. Hemicraniectomy in the treatment of acute subdural hematoma: a re-appraisal. Surg Neurol. (1976) 5:25–8.

 18. Kocher T. Hirnerschütterung, Hirndruck und chirurgische Eingriffe bei Hirnkrankheiten. Wien: Alfred Hölder. (1901).

 19. Horrax G. Some of Harvey Cushing's contributions to neurological surgery. J Neurosurg. (1981) 54:436–47. doi: 10.3171/jns.1981.54.4.0436

 20. Cushing HI. Subtemporal decompressive operations for the intracranial complications associated with bursting fractures of the skull. Ann Surg. (1908) 47:641–4. doi: 10.1097/00000658-190805000-00001

 21. Cushing H. The establishment of cerebral hernia as a decompressive measure for inaccessible brain tumors: with the description of intermuscular methods of making the bone defect in temporal and occipital regions. Surg Gynecol Obstet. (1905) 1:297–314.

 22. Cushing H. A study of a series of wounds involving the brain and its enveloping structures. Br J Surg. (1918) 5:558–684. doi: 10.1002/bjs.1800052004

 23. Matson DD. The management of acute cranicerebral injuries due to missiles. In: Spurling RG, Woudhall B editors. Surgery in WWII. Washington, DC: Office of the Surgeon General, Department of the Army (1958), 123–82.

 24. Ragel BT, Klimo P, Martin JE, Teff RJ, Bakken HE, Armonda RA. Wartime decompressive craniectomy: technique and lessons learned. Neurosurg Focus. (2010) 28:E2. doi: 10.3171/2010.3.FOCUS1028

 25. Britt RH, Hamilton RD. Large decompressive craniotomy in the treatment of acute subdural hematoma. Neurosurgery. (1978) 2:195–200. doi: 10.1097/00006123-197805000-00001

 26. Clark K, Nash TM, Hutchison GC. The failure of circumferential craniotomy in acute traumatic cerebral swelling. J Neurosurg. (1968) 29:367–71. doi: 10.3171/jns.1968.29.4.0367

 27. Fell DA, Fitzgerald S, Moiel RH, Caram P. Acute subdural hematomas. Review of 144 cases. J Neurosurg. (1975) 42:37–42. doi: 10.3171/jns.1975.42.1.0037

 28. Gerl A, Tavan S. [Bilateral craniectomy in the treatment of severe traumatic brain edema]. Zentralbl Neurochir. (1980) 41:125–38.

 29. Jamieson KG, Yelland JD. Surgically treated traumatic subdural hematomas. J Neurosurg. (1972) 37:137–49. doi: 10.3171/jns.1972.37.2.0137

 30. Kjellberg RN, Prieto A. Bifrontal decompressive craniotomy for massive cerebral edema. J Neurosurg. (1971) 34:488–93. doi: 10.3171/jns.1971.34.4.0488

 31. Morantz RA, Abad RM, George AE, Rovit RL. Hemicraniectomy for acute extracerebral hematoma: an analysis of clinical and radiographic findings. J Neurosurg. (1973) 39:622–8. doi: 10.3171/jns.1973.39.5.0622

 32. Pereira WC, Neves VJ, Rodrigues Y. Craniotomia descompressiva bifrontal no tratamento do edema cerebral grave. Arquivos de Neuro-Psiquiatria. (1977) 35:99–111. doi: 10.1590/S0004-282X1977000200002

 33. Ransohoff J, Benjamin MV, Gage EL, Epstein F. Hemicraniectomy in the management of acute subdural hematoma. J Neurosurg. (1971) 34:70–6. doi: 10.3171/jns.1971.34.1.0070

 34. Venes JL, Collins WF. Bifrontal decompressive craniectomy in the management of head trauma. J Neurosurg. (1975) 42:429–33. doi: 10.3171/jns.1975.42.4.0429

 35. Cooper PR, Hagler H, Clark WK, Barnett P. Enhancement of experimental cerebral edema after decompressive craniectomy: implications for the management of severe head injuries. Neurosurgery. (1979) 4:296–300. doi: 10.1097/00006123-197904000-00004

 36. Yamaura A, Uemura K, Makino H. Large decompressive craniectomy in management of severe cerebral contusion. A review of 207 cases. Neurol Med Chir. (1979) 19:717–28. doi: 10.2176/nmc.19.717

 37. Shigemori M, Syojima K, Nakayama K, Kojima T, Watanabe M, Kuramoto S. Outcome of acute subdural haematoma following decompressive hemicraniectomy. Acta Neurochir Suppl. (1979) 28:195–8. doi: 10.1007/978-3-7091-4088-8_47

 38. Shishido T, Nakayama K, Shojima K, Watanabe M, Kuramoto S. A study on the indication of external decompressive hemicraniectomy for acute subdural hematomas. Neurol Med Chir. (1980) 20:53–60. doi: 10.2176/nmc.20.53

 39. Dam Hieu P, Sizun J, Person H, Besson G. The place of decompressive surgery in the treatment of uncontrollable post-traumatic intracranial hypertension in children. Childs Nerv Syst. (1996) 12:270–5. doi: 10.1007/BF00261809

 40. Gower DJ, Lee KS, McWhorter JM. Role of subtemporal decompression in severe closed head injury. Neurosurgery. (1988) 23:417–22. doi: 10.1227/00006123-198810000-00002

 41. Gaab MR, Rittierodt M, Lorenz M, Heissler HE. Traumatic brain swelling and operative decompression: a prospective investigation. Acta Neurochir Suppl. (1990) 51:326–8. doi: 10.1007/978-3-7091-9115-6_110

 42. Hatashita S, Koga N, Hosaka Y, Takagi S. Acute subdural hematoma: severity of injury, surgical intervention, and mortality. Neurol Med Chir. (1993) 33:13–8. doi: 10.2176/nmc.33.13

 43. Morgalla MH, Krasznai L, Buchholz R, Bitzer M, Deusch H, Walz GU, et al. Repeated decompressive craniectomy after head injury in children: two successful cases as result of improved neuromonitoring. Surg Neurol. (1995) 43:583–9. discussion 589–90. doi: 10.1016/0090-3019(95)00034-8

 44. Yamakami I, Yamaura A. Effects of decompressive craniectomy on regional cerebral blood flow in severe head trauma patients. Neurol Med Chir. (1993) 33:616–20. doi: 10.2176/nmc.33.616

 45. Rengachary SS, Batnitzky S, Morantz RA, Arjunan K, Jeffries B. Hemicraniectomy for acute massive cerebral infarction. Neurosurgery. (1981) 8:321–8. doi: 10.1227/00006123-198103000-00004

 46. Delashaw JB, Broaddus WC, Kassell NF, Haley EC, Pendleton GA, Vollmer DG, et al. Treatment of right hemispheric cerebral infarction by hemicraniectomy. Stroke. (1990) 21:874–81. doi: 10.1161/01.STR.21.6.874

 47. Coplin WM, Cullen NK, Policherla PN, Vinas FC, Wilseck JM, Zafonte RD, et al. Safety and feasibility of craniectomy with duraplasty as the initial surgical intervention for severe traumatic brain injury. J Trauma. (2001) 50:1050–9. doi: 10.1097/00005373-200106000-00013

 48. Guerra WK, Gaab MR, Dietz H, Mueller JU, Piek J, Fritsch MJ. Surgical decompression for traumatic brain swelling: indications and results. J Neurosurg. (1999) 90:187–96. doi: 10.3171/jns.1999.90.2.0187

 49. Munch E, Horn P, Schurer L, Piepgras A, Paul T, Schmiedek P. Management of severe traumatic brain injury by decompressive craniectomy. Neurosurgery. (2000) 47:315–22. discussion 322-13. doi: 10.1097/00006123-200008000-00009

 50. Polin RS, Shaffrey ME, Bogaev CA, Tisdale N, Germanson T, Bocchicchio B, et al. Decompressive bifrontal craniectomy in the treatment of severe refractory posttraumatic cerebral edema. Neurosurgery. (1997) 41:84–92. discussion 92-84. doi: 10.1097/00006123-199707000-00018

 51. Yoo DS, Kim DS, Cho KS, Huh PW, Park CK, Kang JK. Ventricular pressure monitoring during bilateral decompression with dural expansion. J Neurosurg. (1999) 91:953–9. doi: 10.3171/jns.1999.91.6.0953

 52. Whitfield P, Guazzo E. ICP reduction following decompressive craniectomy. Stroke. (1995) 26:1125–6.

 53. Hutchinson P, Timofeev I, Kirkpatrick P. Surgery for brain edema. Neurosurg Focus. (2007) 22:E14. doi: 10.3171/foc.2007.22.5.15

 54. Kolias AG, Kirkpatrick PJ, Hutchinson PJ. Decompressive craniectomy: past, present and future. Nat Rev Neurol. (2013) 9:405–15. doi: 10.1038/nrneurol.2013.106

 55. Bor-Seng-Shu E, Figueiredo EG, Amorim RL, Teixeira MJ, Valbuza JS, de Oliveira MM, et al. Decompressive craniectomy: a meta-analysis of influences on intracranial pressure and cerebral perfusion pressure in the treatment of traumatic brain injury. J Neurosurg. (2012) 117:589–96. doi: 10.3171/2012.6.JNS101400

 56. Kakar V, Nagaria J, John Kirkpatrick P. The current status of decompressive craniectomy. Br J Neurosurg. (2009) 23:147–57. doi: 10.1080/02688690902756702

 57. Kurzbuch AR. Does size matter? Decompressive surgery under review. Neurosurg Rev. (2015) 38:629–40. doi: 10.1007/s10143-015-0626-2

 58. Sahuquillo J, Arikan F. Decompressive craniectomy for the treatment of refractory high intracranial pressure in traumatic brain injury. Cochrane Database Syst Rev. (2006) 25:CD003983. doi: 10.1002/14651858.CD003983.pub2

 59. Kolias AG, Viaroli E, Rubiano AM, Adams H, Khan T, Gupta D, et al. The current status of decompressive craniectomy in traumatic brain injury. Curr Trauma Rep. (2018) 4:326–33. doi: 10.1007/s40719-018-0147-x

 60. Servadei F. Clinical value of decompressive craniectomy. N Engl J Med. (2011) 364:1558–9. doi: 10.1056/NEJMe1102998

 61. Iaccarino C, Schiavi P, Servadei F. Decompressive craniectomies: time to discuss not the DECRA study but the comments to the DECRA study. World Neurosurg. (2013) 79:78–9. doi: 10.1016/j.wneu.2012.10.061

 62. Honeybul S, Ho KM, Lind CR. What can be learned from the DECRA study. World Neurosurg. (2013) 79:159–61. doi: 10.1016/j.wneu.2012.08.012

 63. Walcott BP, Kahle KT, Simard JM. The DECRA trial and decompressive craniectomy in diffuse traumatic brain injury: is decompression really ineffective? World Neurosurg. (2013) 79:80–1. doi: 10.1016/j.wneu.2012.11.014

 64. Le Roux P, Menon DK, Citerio G, Vespa P, Bader MK, Brophy GM, et al. Consensus summary statement of the international multidisciplinary consensus conference on multimodality monitoring in neurocritical care: a statement for healthcare professionals from the neurocritical care society and the european society of intensive care medicine. Neurocrit Care. (2014) 21 Suppl 2(S1–26). doi: 10.1007/s12028-014-0041-5

 65. Menon DK, Kolias AG, Servadei F, Hutchinson PJ. Survival with disability. Whose life is it, anyway? Br J Anaesth. (2017) 119:1062–3. doi: 10.1093/bja/aex374

 66. Smith M. Refractory intracranial hypertension: the role of decompressive craniectomy. Anesth Analg. (2017) 125:1999–2008. doi: 10.1213/ANE.0000000000002399

Conflict of Interest Statement: FS received limited educational grants and consultancy fees from Finceramica, Integra and Takeda company totally unrelated to the content of this paper.

The remaining authors declare that the research was conducted in the absence of any commercial or financial relationships that could be construed as a potential conflict of interest.

Copyright © 2019 Rossini, Nicolosi, Kolias, Hutchinson, De Sanctis and Servadei. This is an open-access article distributed under the terms of the Creative Commons Attribution License (CC BY). The use, distribution or reproduction in other forums is permitted, provided the original author(s) and the copyright owner(s) are credited and that the original publication in this journal is cited, in accordance with accepted academic practice. No use, distribution or reproduction is permitted which does not comply with these terms.

OPS/images/fneur-10-00458-t001.jpg
Taylor etal. (2) DECRA RESCUE-icp

Recruitment up to 72h post-TBI 100% 100% of patients 56% of patients
Bl type Diffuse injury and/or mass lesions Diffuse injury only Diffuse injury and/or mass lesions (including
contusions and evacuated hematormas)
CP threshold ICP 20-24 mmHg for 80min, 2520 > 20 mmHg for 15minin 1h > 25 mmHg for at least 1 h
mmHg for 10rmin, 30 mmHg or more for
1min
ICP-lowering therapies before Tier 1 Tier 1 Tiers 1.and 2
randomization
Pooled mortalty 33.30% 18.7% 37.5%
Mortality in DC vs. medical group 11.1vs.222% 19vs. 18% 26.9vs. 48.9%
Documented follow-up 6 months 6 months 6 and 12 months
Poor outcome (medical group vs. 86 vs. 46 %, p = 0.046 51vs.70%, p < 0.01 65.4vs. 57.2%, p = NS (6 months)
surgical group) 67.7 vs. 54.6%, p < 0.01 (12 months)

From Kolias et al. (59) used and moiied with permission.

The modified Glasgow Outcome Score (GOS) to obtain a functional outcome.

“In the DECRA trial, the upper sever disabilty (patient independent only at home) was considered among the poor outcomes, in the RESCUEicp tral, in view of the indication to surgery
as last tier, it was considered as good outcome.





OPS/images/fneur-10-00458-g003.gif
HIRNERSCHUTTERUNG,
HIRNDRUCK

CHIRURGISCHE EINGRIFFE

BEL HIRNKRANKHEITEN

PROE. D* THEODOR KOCHER,






OPS/images/fneur-10-00458-g004.gif





OPS/images/fneur-10-00458-g001.gif
i,






OPS/images/fneur-10-00458-g002.gif
DE L'HEMICRANIEGTOMIE






OPS/images/cover.jpg
, frontiers
in Neurology

The History of Decompressive
Craniectomy in Traumatic Brain
Injury









OPS/images/crossmark.jpg
©

2

i

|





OPS/images/logo.jpg
, frontiers
in Neurology





